A boy was born at 39 weeks gestation with a birth weight of 2690 g to a 22-year-old G1P0 mother. All prenatal laboratory screens were unremarkable except the screening glucose test, which was abnormal but no subsequent 3-h glucose tolerance test was done. The mother smoked one-half pack cigarettes daily during the entire pregnancy, denied drug or ethanol use and took only prenatal vitamins. Two prenatal ultrasounds (at 6 and 18 weeks gestation) were normal. The infant was delivered vaginally with Apgar scores of 8 (1 min) and 9 (5 min). Mild tachypnea and hypoglycemia developed within 10 h after birth. A sepsis workup was negative and euglycemia was achieved with intravenous glucose and gavage feedings. The hypoglycemia was likely the result of transient hyperinsulinemia (level ¼ 3.4 mIU/ml); no additional sequelae was noted in the infant secondary to maternal hyperglycemia.
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On initial physical examination, the left lower extremity (LLE) was mildly dusky in appearance with a feeble left femoral pulse. A pulse oximetry reading could not be obtained in the LLE, but was normal in the other extremities. The LLE was cool to touch, the capillary refill was delayed (43 s) and blood pressure could not be obtained; blood pressure was normal in the other extremities. No abdominal bruit or heart murmur was appreciated. The circumference and length were equal in the lower extremities. No distress was noted and there was full range of motion with active and passive movements of both lower extremities. The infant had no obvious dysmorphic features. The umbilicus contained three vessels.
The echocardiogram was unremarkable with a normal aortic arch and no evidence of aortic coarctation. Ultrasonography of the lower extremities with Doppler imaging showed a monophasic waveform in the left common femoral artery with a flow velocity of 7.3 cm/s (Figure 1a ), whereas the right common femoral artery showed a normal triphasic pattern with a flow velocity of 45.1 cm/s (Figure 1b) . These results seemed to indicate a moderateto-severe arterial disease; subsequent hematologic tests done to identify a thrombotic disorder were normal or negative. The mother denied any intrapartum trauma or family history of vascular anomalies.
Magnetic resonance angiography of the aorta and LLE showed non-visualization of the left common iliac artery and absence of distal flow suggesting a more proximal occlusion. Computerized tomographic angiography demonstrated the complete absence of the left common and left external iliac arteries ( Figure 2 ). Complete sequential axial sections (Supplementary S1) of the computerized tomographic angiography and a 360 degree threedimensional rotation (Supplementary S2) are available as Supplementary movies (http://www.nature.com/jp). Collaterals from lumbar, iliolumbar, median sacral and inferior mesenteric arteries reconstitute the internal iliac, distal common femoral, superficial femoral and profunda femoral arteries. A major collateral vessel appears to be the median sacral artery that arises from the abdominal aorta just proximal to the bifurcation. This vessel is normally of narrow caliber and terminates in the coccygeal gland. For this infant, the median sacral artery is large and crosses the midline and contributes to the formation of internal iliac and common femoral arteries. In addition, the inferior mesenteric artery is seen to be predominantly shifted to the left, is larger than normal and contributes to a significant collateral vessel. Once the common femoral and internal iliac arteries are formed from the collaterals, their respective branches appear normal. The vasculature distal to the junction of the superficial femoral and profunda arteries appears normal. The vasculature on the right side is normal.
The length and circumference of both the lower extremities are being followed and compared vigilantly. If invasive procedures such as arterial or a venous access are required, the LLE is to be strictly avoided. At 6 months of age, clinical signs of ischemia are absent and gross movement, range of motion and measurements of the LLE are the same as that of the right lower extremity.
DISCUSSION
Absent common and external iliac artery is rare and has been described only in adolescents and adults who present with ischemic changes in the lower extremity. Our literature search did not reveal any cases of congenital absent unilateral common and external iliac artery presenting in the neonatal period. There is no persistent embryologic remnant vessel and collaterals from the lumbar, iliolumbar, median sacral and inferior mesenteric arteries reconstitute the internal iliac, distal common femoral, superficial and profunda femoral arteries.
Growth of the LLE was seemingly unaffected in utero despite the absence of the left common and external iliac artery. The rich supply by the primary capillary plexus and the selection of appropriate channels lead to the adequacy of blood flow via strong collaterals. 1 The development of the arterial system in the lower limb begins in the 6-mm embryo (B30 days gestation). 2, 3 The two main sources of the lower extremity arterial supply are the primary limb bud artery (axial or sciatic artery) and the femoral artery. The consolidation of the dorsal intersegmental arteries forms the sciatic artery, which is the primary supply to the lower extremity and the developing foot at 36 days. The femoral artery arises from the external iliac artery 1 and by B42 to 49 days reaches the adductor canal where it forms an anastomosis with the sciatic artery. With the continued increase in the size of the femoral artery, the sciatic artery is replaced except for its upper end, which persists as the inferior gluteal artery with its middle and distal segments persisting to form the definitive popliteal and peroneal arteries. The definitive anatomy is completed in the third month of gestation. Although maternal hyperglycemia was not confirmed, we speculate that hyperglycemia and/or hyperinsulinemia could have contributed to the present vascular anomaly. However, to the best of our knowledge, no association between maternal hyperglycemia, transient infant hyperinsulinemia and a specific congenital peripheral vascular anomaly has previously been described.
Congenital anomalies of the external iliac arteries have been divided into three types as described previously by Tamisier et al.:
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(1) abnormal origin or course, (2) hypoplasia or atresia with a persistent sciatic artery (PSA) and (3) isolated hypoplasia or atresia. A Tamisier type 2 defect has been reported in a neonate who presented with atrophy and ischemia of the right lower extremity. 5 Patients with a hypoplastic or absent common and/ or external iliac arteries without a compensatory remnant embryonic artery (Tamisier type 3) were all diagnosed as adults, with an average age of symptomatic presentation of 49 years. 6 The present case is unique in that the arterial supply to the superficial femoral and profunda arteries is solely provided by collaterals and no PSA or any similar embryological remnant is seen. Therefore, this infant falls into the category of a Tamisier type 3 anomaly.
The presence of a PSA mandates close monitoring as almost 50% of these patients develop an aneurysm of this remnant artery, which often manifests as sciatic neuropathy caused by sciatic nerve compression. 7 Thrombosis of the PSA can also occur and results in lower extremity ischemia. It is believed that the lack of arterial elastic tissue in the PSA contributes to aneurysm and thrombus formation. 7 Although the present infant has no PSA, he may be susceptible to thrombogenesis due to a thinner and weak intima associated with the small collateral vessels as compared to normal caliber arteries.
Evidence for diminished blood flow exists for our infant and this could ultimately alter normal soft tissue and osseous growth. Limb atrophy, leg length discrepancy and general weakness could result and gross motor milestone acquisition may be delayed. The early diagnosis of this anomaly has provided us with an opportunity for close monitoring and early surgical or thromboembolic intervention if required. 
